that many as yet unknown religious and cultural factors may account for the significantly increased HIV seroprevalence in areas of Africa where men are not circumcised is a warranted consideration.
However, when the probability (P< 0.001) is that circumcision is a beneficial factor in lowering the risk of acquiring an ongoing fatal disease I then the burden of proof must reasonably shift to proponents claiming those practices as important confounding correlates. This belief becomes even more persuasive when a prospective study by epidemiological experts reveals an 8 times greater risk of HIV infection with lack .of circumcision rising to a 43% seroconversion rate when associated with a genital ulcer after only a single sexual exposure to an infected consort-.
Waugh's disclaimer that circumcision may not be helpful in preventing AIDS since very many young men in America and Australia are both circumcised and HIV infected (a never studied allegation) raises a more important question regarding the hazards of anal intercourse for both the active as well as receptive partners. That the preputial mucosa of the active anal insertive uncircumcised male homosexual may also be a highly significant risk factor for HIV acquisition has been ignored, but can be gleaned from three reports.
Schreeder" and Coates", as well as Kingsley? who respectively studied risk factors for the transmission of hepatitis B virus and HIV among homosexual men all found that active insertive anal-genital intercourse was highly significantly related to seropositivity for HBV and HIV. Stating that the mechanism of transmission was difficult to explain, they suggest that weeping infected rectal mucosal material gained entry through 'penile microlesions' or 'minor penile mucosal abrasions' or 'small disruptions' during vigorous intercoursev".
Spicer's distress of my alleged unsupported advocacy needs viewing in apposition to additional reports, comments and endorsements supporting the benefits of a newborn circumcision'"!". As someone once said, 'Don't confuse me with science, my mind is already made up'. England as well as all of Europe where circumcision is not practiced might take note. AARON (April 1990 JRSM, p 273) propose that their patient with Waldenstrom's macroglobulinaemia developed a parkinsonian tremor in both hands without accompanying bradykinesia, rigidity, oculomotor or long tract disturbance on the basis of 'a small infarct or haemorrhage in the basal ganglia region'. However, such a mechanism is inherently unlikely.
I suspect that they, like many other clinicians, have been foxed by the classic slow tremor, at times exactly mimicking that of parkinsonism, which may be seen at rest in many patients with a (usually) demyelinating peripheral neuropathy due to a monoclonal gammopathy (usually IgM Kappa -indeed, their patient is documented as having a clinical Academic Department of Psychiatry St Mary's Hospital Medical School London W2 INY peripheral neuropathy, although nerve conduction studies are not mentioned). This resting tremor is almost invariably accompanied by an additional postural tremor. Although this 'neuropathic' tremor is well recognized in neurological circles, its pathophysiological basis is unclear, since its presence and severity seem to bear no simple relationship to deafferentation, particularly in respect to posterior column sensation'. Indeed, a central, but immunologically mediated, contribution cannot be entirely ruled out.
Despite this disagreement concerning the underlying defect, I fully agree that every patient with an unusual tremor and signs of a peripheral neuropathy should have their serum proteins (including immunoglobulin levels) determined. Finally, I suggest that a more appropriate title might be 'Pseudoparkinsonian tremor and dysgammaglobulinaemic polyneuropathy'. N QUINN NeurolI984; The authors reply below:
Institute of Neurology
Dr Quinn provides interesting information regarding tremor in patients with dysgammaglobulinaemic polyneuropathy and he suggests that our patient did indeed have a 'neuropathic' tremor as opposed to a tremor of central origin.
While accepting that the chronic sensory lower limb neuropathy in our patient may have been secondary to monoclonal gammopathy, we would stress that the sudden origin of a 'pill-rolling' tremor in the upper limbs coinciding with a grossly elevated plasma viscosity is highly suggestive of a central vascular incident. Dalakas et al.1 suggest that there may be a central contribution (immunologically mediated) to the tremor associated with dysgammaglobulinaemic neuropathy. Their patients, however, tended to improve with immunosuppressive therapy whereas the tremor in our patient did not improve with therapy.
With regard to Dr Quinn's title suggestion, our term 'Parkinsonian' is used adjectively and provides an acceptable description of the tremor: the prefix 'pseudo' suggests a tremor bearing no resemblance to that associated with Parkinson's disease and this would be false in this instance. In addition, the history oflongstanding alcohol abuse precludes the use of the suggested latter half of the title, ie 'dysgammaglobulinaemic neuropathy'. The mechanisms underlying dimunition of insight remain obscure. Insightlessness may be regarded as:
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( 1) a normal phenomenon, insofar as many people demonstrate limited insight into certain characteristics of their personality and behaviour; (2) a defence mechanism (denial);
(3) a delusional phenomenon; (4) a feature of the schizophrenic defect state: and (5) a specific defect of cognition.
Given that the direct measurement of components of insightlessness is not possible, our scale attempts to derive an overall measure, based on a semistructured interview, concerning the attitude of the patient to five parameters. These are the appropriateness of clinical management and placement, the treatment prescribed, the existence of a psychiatric disorder, the behaviour in response to symptoms, and the attitude to previous episodes of illness. Preliminary findings indicate that the score so derived correlates well with a global clinical impression of insight based on prior knowledge of the patient. 1979;40:430-2 From Da Vinci to Harvey J R Novell in his article (June 1990 JRSM, p 396) quotes my edition of the Anatomical Lectures-in whose Introduction I gave reasons for the rejection of the date 1616 as that of Harvey's first reference to the circulation of the blood. I gave reasons for believing that the famous passage on f. BOv. which includes the 'two clacks of a water bellows' was an addition to the manuscript, written at any time up to 10 years later than the main body of the text. I believe that the flow of the handwriting is similar to that of Harvey's treatise De motu locali animalium, dated 1627. This argument, however, is likely to appeal only to palaeographers. The overwhelming argument is that in the whole of the rest of the manuscript, there are no remarks implying or requiring a knowledge ofthe circulation and there are many which reveal ignorance of the circulation. This was Harvey's position in 1616.
